tively. Filters were hybridized at 65 ~ with a radiolabeled 655-bp fragment of the rat PAM eDNA, rPAM-1. This portion of the cDNA is contained entirely within exon 27 and encompasses nucleotides 3231 through 3886. Blots were washed to a final stringency of 0.1 74 SSC; 0.1% SDS at 57~ In Cross 1, D1Mit8 and D1Mit30 were mapped by PCR amplification in a 96-well MJ machine under previously established conditions (Dietrich et al. 1992) , except that amplified products were size fractionated on 2% agarose, 1% NuSieve (FMC Bioproducts) gels and visualized by ethidium bromide staining.
By haplotype analysis and minimization of crossover frequency, we determined the unambiguous gene order:
The distances in cM and estimated standard deviation between loci were: DiBir18 (Cross 3) .
We created a composite map of mouse Chr 1 based on these data (Fig. 1 C) . Genes surrounding Pam on mouse Chr 1 have been assigned to human Chrs 6, 18, 2 and 1 ( Fig. 1 A,B) . The localization of Pam to this region of mouse Chr 1 is surprising, since all other genes on human Chr 5q that have previously been mapped in the mouse have been assigned to Chrs 11, 13, and 18, forming several large segments of synteny and linkage conservation. However, in all three crosses the rPAM-1 eDNA probe detected a single band on Southern blots, unambiguously demonstrating the assignment of the Pare gene, not a pseudogene, to Chr 1 (Fig. 1 D) . Additionally, in crosses 1 and 2, a HindIII polymorphism detected with an rPAM-1 eDNA probe encompassing exons 2 through 16 cosegregated with the polymorphic fragments detected with the 3' UTR probe. This further confirms the localization of the Pare gene on mouse Chr 1. The unambiguous assignment of Pare to this region of Chr 1 displaying disrupted synteny homology suggests the introduction of a novel homology group between human Chr 5q and mouse Chr 1. 
